Discussion
The clinical picture in this case has the typical features of nonketotic diabetic precoma. 4 The hyperosmolar syndrome has been associated with chronic cardiovascular and renal disease.5 Although our patient had severe chronic respiratory disease there is no evidence that this alone was the cause of the glucose intolerance. His glucose tolerance was normal three years before he presented in non-ketotic precoma. He had normal renal function and had not been taking any drugs known to be associated with non-ketotic hyperosmolar coma. Therefore frusemide, which is now a recognised factor in this biochemical abnormality, was probably the responsible agent. It should be noted that the patient's illness was precipitated by a vast increase in dosage of frusemide.
This case emphasises that the high doses of frusemide now used in cases of "resistant" oedema associated with chronic cardiac, respiratory, and renal disease may precipitate glucose intolerance and nonketotic diabetic precoma.
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Solvesteen, P, Olsen, F, and Hansen, E L, Acta Medica Scandinavica, 1968, 184, 83. The use of long-term, full-strength fluorinated steroids in children is deprecated because of well-documented side effects of collagen atrophy and interference with adrenal function.'-5 I thought it worth while, therefore, to study the effect of low concentration fluclorolone acetonide (0-01%) used regularly for 12 months in children suffering from unremitting chronic atopic dermatitis.
Patients, methods, and results
Ten children with mild or moderate atopic dermatitis aged from 6 to 12 years were treated with 0-01 % fluclorolone acetonide in fatty acid and propylene glycol (FAPG) for one year. The patients were assessed clinically at one to two and two to three monthly intervals, and urine was collected for estimation of 17-hydroxycorticosteroids (17-OHCS) and 17-ketogenic steroids (17-KGS) as a check on adrenal function. Levels of plasma cortisol and stress tests of the hypothalamic-pituitary axis would have given useful information but multiple venepunctures would have been rather traumatic for the children. Throughout the study fluclorolone acetonide was applied continuously; the minimum quantity used was 15 g/week and the maximum 22-5 g/week.
The skin disease was kept under adequate control in all patients though never completely cleared. There 
Case report
The patient, a 54-year-old man, was first seen in 1972. He had been treated for hypertension for 10 years and gout for 9. Paget's disease had been diagnosed three years previously. For two years he had had pain in the lower lumbar region extending to both buttocks and thighs, which was worse on walking. His legs were also weak and for one year had felt cold and numb. He had retired from work as a clerk. On examination he was greatly disabled by pain and weakness, could not walk more than 50 yards (46 m), and used two sticks. Frontal bossing was present, gouty tophi were seen on the hands and elbows, the blood pressure was raised, and a right carotid bruit was heard. Neurological examination of the cranial nerves and arms was normal but he had weakness of the legs with increased tone, brisk tendon reflexes, and extensor plantar reflexes. Vibration sense and proprioception were impaired, Romberg's test was positive, but pain and touch were felt normally. X-ray examination showed Paget's disease of the skull, thoracic vertebrae 7, 8, 10, 11, and 12, lumbar vertebrae 3 and 4, the pelvis, and right femur. Myelography showed partial blocks at T7, T12, and L3 at the anterior aspect of the spinal canal opposite the vertebral bodies.
Because of the multiple blocks and the patient's opposition to surgery decompression was not performed. He was referred back one year later with a history of six months' severe lumbar pain, unrelieved by analgesics, and spasms in the thighs for some months. He was confined to a wheelchair. At this time he had a sensory level at T6, with spastic legs in which all sensation was reduced. Urinary hydroxyproline was 4-7 mmol/24 h (620 mg/ 24 h) and serum alkaline phosphatase was 3310 IU/1. Biopsy of bone from the iliac crest showed active Paget's disease. Treatment with porcine calcitonin 80 U intramuscularly daily was begun in October 1973. After four weeks pain and the spasms were less and he was waLking with two sticks again, but the neurological signs had not changed. After three months' treatment he had little pain but the neurological signs were still present.
After four months he had no pain and could walk without sticks. Power in his legs had improved, there was increased tone but no clonus, the plantar reflexes were equivocal, and pain, temperature, and vibration were now perceived, though not normally. In June 1974, after 8 months' treatment, the only neurological abnormality was some reduction in vibration sense; a myelogram, however, still showed a block opposite L3. Urinary hydroxyproline excretion had fallen to 2-9 mmol/24 h (380 mg/24 h) and serum alkaline phosphatase to 1610 IU/1.
In October 1974, after 12 months' treatment, pain in the groins recurred, the legs got weaker, and the tendon reflexes were again increased. A month later the pain and weakness were worse, proprioception and vibration sense were absent, and the plantar reflexes were extensor. The dose of calcitonin was doubled to 160 U daily. He continued to deteriorate, ankle clonus reappeared, and Romberg's test became positive again. In January 1975 the dose of calcitonin was increased to 320 U daily. Over the next two months the pain lessened and the signs of spasticity regressed, but signs of posterior column involvement remained prominent. The Since the fulminant hyperthermia-stress syndrome is preceded and accompanied by palpitations and intense peripheral vasoconstriction,1 hypertension and an increased peripheral resistance probably play a major part in its development. Measurements of blood pressure, cardiac output, peripheral resistance, and peripheral blood flow as the syndrome developed in our third generation susceptible strain of swine showed a significantly higher than normal blood pressure with highly significant haemodynamic changes. 
Discussion
Our previous observations of an intense peripheral vasoconstriction occurring in swine susceptible to the fulminant hyperthermia-porcine stress syndrome,' 3a tenfold increase in rate of metabolism,3 and 30 to 80 times higher rates of substrate cycling4 5 led to the hypothesis that the syndrome was caused by an excess activity of noradrenaline.1 This suggested that concomitantly severe hypertension should develop in our susceptible animals. Indeed, as the syndrome develops the peripheral resistance greatly increases, causing a rise in blood pressure and a decrease in cardiac output.
These haemodynamic changes would increase lactate production and cause lactate and CO2 to accumulate in blood and tissues. The higher metabolic rate in susceptible animals before the development of the syndrome supports a high rate of heat production. This heat must be dissipated for the animal to maintain thermal balance. The intense peripheral vasoconstriction prevents effective heat loss via the skin and as a result the animal begins to develop hyperthermia. The combination of hypertension, hypermetabolism, and hyperthermia accompanied by an intense peripheral vasoconstriction mediated by noradrenaline makes these animals very susceptible to stress, halothane anaesthesia, or the depolarising action of succinylcholine.
